Case report
In 1984 a previously fit 16 year old boy was admitted with a three week history ofprogressive right shoulder pain and fever. Examination showed right glenohumeral synovitis and mild Raynaud's phenomenon. Investigations included haemoglobin 103 g/l, white blood cell count (WBC) 111 xl09/1 (lymphocytes 2-0x109/1), erythrocyte sedimentation rate (ESR) 60 mm/h, and Staphylococcus aureus was cultured from the blood and the right shoulder aspirate. The shoulder was treated by surgical drainage and parenteral flucloxacillin and sodium fucidate. Ten days later he developed a tense haematoma of the shoulder requiring surgical evacuation; subsequent arteriography showed a false aneurysm of the posterior circumflex humeral artery. S aureus sensitive to flucloxacillin was again grown from the joint and oral flucloxacillin was continued for three further weeks. At discharge his absolute lymphocyte count had fallen to 0 7x 109/l, the wound still required daily dressings, and a bluish discoloration had developed over the dorsum of his right hand. Over the next few months he became generally worse, was unable to take part in active sport, and at times had difficulty in getting out of chairs.
Four strength occurred during prolonged antibiotic treatment: however, since the introduction of cytotoxic drugs there has been a very significant clinical improvement. If indeed S aureus infection was a triggering event in the development of polymyositis then a self perpetuating mechanism had supervened.
Acute skeletal muscle inflammation may occur after a variety of acute viral infections, such as rubella2 and influenza,3 and in association with infections by bacteria-for example, staphylococci4 and streptococci5; these are usually self limiting or improve with appropriate antimicrobial drug treatment. The rarity of primary joint sepsis and connective tissue disease in a boy of this age suggests more than just chance concurrence. Although mild Raynaud's phenomenon antedated onset of joint sepsis in our patient, there were no other symptoms or signs to suggest a pre-existing connective tissue disease; it is noteworthy that lymphopenia was not present at the first admission but developed subsequently. One interpretation is that sepsis triggered autoimmune disease in a predisposed subject. The debate about possible infective agents triggering dermatopolymyositis has been strengthened recently by the demonstration of sequence homology between the amino acid sequences of E coli, histidyl-tRNA synthetase, and alanyl-tRNA and two proteins identified as autoantigens in polymyositis./ 7 The sequences are long enough to function as epitopes, and this molecular mimicry with infective agents might suggest a rationale for the skeletal muscle target in polymyositis.
Our patient failed to show any antibodies to cellular/cytoplasmic antigens, in particular Jo 1, but it remains a possibility that the S aureus organism triggered this autoimmune muscle disease by a related mechanism. Probably, both environmental and genetic factors govern autoantibody specificity, and this case is further evidence for the triggering of autoimmune disease by infective agents. staphylococcal joint sepsis. 
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